Thyrotoxic storm and myxoedema coma represent the extremes of thyroid dysfunction. While both conditions are potentially reversible they are associated with a high mortality. I Prompt recognition and treatment of these conditions is important in improving their outcome. We report two cases in whom the presentation of thyroid emergencies was particularly unusual.
Case 1
A 29-year-old student nurse presented to the emergency department in coma. There was a past history of an asymptomatic goitre. The patient had been clinically and biochemically euthyroid when reviewed by an endocrinologist seven months prior to her admission.
For three days preceding her admission the patient had an illness characterised by rhinorrhoea, nonproductive cough and malaise. There had been no throat discomfort. On the day of her admission the patient collapsed while shopping. A witness account was not suggestive of a seizure. There was no history of weight loss or other symptoms of hyperthyroidism. The patient was not taking any medication.
On admission her pulse rate was 170/min and regular, blood pressure 150/70 and temperature 39.1°C. Neurological examination elicited withdrawal from painful stimuli, diminished corneal reflexes and normal deep tendon reflexes with bilateral flexor plantar responses. There was no neck stiffness.
Plasma electrolytes, liver function tests and a CT head scan were normal. An EEG revealed diffuse A diagnosis of thyrotoxic storm was made and the patient was treated with propylthiouracil 250 mg six-hourly followed by Lugol's iodine 10 drops eight-hourly via nasogastric tube in addition to atenolol 1.0 mg and hydrocortisone 100 mg sixhourly intravenously.
The patient improved rapidly following the initiation of therapy and consciousness was regained 48 hours later. Ten days following admission the patient was discharged from hospital well and clinically euthyroid.
Case 2
A 72-year-old woman presented to the emergency department in coma. According to her husband there had been a six-month history of progressive lethargy, cold intolerance and constipation. Thyroid function tests performed three weeks prior to presentation were diagnostic of primary hypothyroidism with thyroxine (T 4 ) < 15 nmol/l (60-160), T 3 uptake (T 3RU) 72%, free thyroxine index (FTI) < 11 nmol/l (55-155) and TSH> 50 mUll (0.3-5.0). The patient was commenced on thyroxine 100 Ilg daily by her family doctor. Compliance with medication was supervised by her husband. A fortnight later the patient's condition remained unchanged despite biochemical improvement with T4 39 nmol/l, T 3RU 93%, FTI 37 nmol/l and TSH > 50 mUll. One day prior to her presentation the patient became progressively more drowsy and eventually unrousable.
On admission the pulse rate was 45/minute, blood pressure 140190 and temperature 32.2°C per rectum. Neurological examination revealed withdrawal from painful stimuli, bilateral extensor plantar responses and a marked delay in the relaxation phase of the deep tendon reflexes. Laboratory evaluation disclosed hyponatraemia (plasma N a + 116 mmoUI), and a mild macrocytic anaemia (haemoglogin 10.5 gldl, MCV 95 fl). A chest X-ray demonstrated mild enlargement of the cardiac silhouette and patchy consolidation of the right middle and lower lobes.
The patient was admitted to the intensive care unit where she was treated with passive rewarming, broad spectrum antibiotics, intravenous hydrocortisone and intravenous tri-iodothyronine 20 )lg daily. She regained consciousness over the ensuing 48 hours and after a prolonged hospital stay was discharged to her home clinically and biochemically euthyroid on thyroxine 150 )lg daily.
DISCUSSION
Hyperthyroidism is characteristically associated with signs of neurological dysfunction such as tremor, chorea, muscle weakness, irritability2 and apathy. 3 The development of coma as a result of thyrotoxic encephalopathy is a well described but most uncommon manifestation of hyperthyroidism associated with an extremely poor prognosis. 4 • 6 Its occurrence as a presenting feature ofthyrotoxic storm, as in our patient, is exceedingly rare with only two previous cases having been reported in the literature. 7 ,8 In one, 7 the diagnosis was made promptly and the patient survived, while in the other, the diagnosis was made post mortem. 8 The EEG findings described in our case and in one previously7 are that of slow, low voltage activity which returned to normal after treatment, presumably reflecting resolution of thyroid encephalopathy.
This unusual presentation of a rare but treatable medical emergency emphasises that thyroid storm needs to be considered in the differential diagnosis of a patient presenting with fever, tachycardia and coma. Treatment should not be delayed until the results of thyroid function tests are available. 9 Myxoedema coma represents the clinical endpoint of chronic thyroid hormone deficiency. It is associated with a mortality of approximately 50% despite optimal therapy. 10 As in our case, patients with myxoedema coma are most often elderly women with longstanding features of hypothyroidism.
Although patients with profound hypo- 12 or noncompliance with medication could explain the patient's deterioration, these explanations are unlikely for two reasons. First, compliance with medication was supervised and second there was a substantial elevation in the patient's serum thyroxine a fortnight after commencing treatment with this agent. This case highlights the need for continued vigilance in managing the profoundly hypothyroid patient even after the commencement ofthyroxine.
